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Uveitis may be an important cause of severe visual impairment
and blindness, and causes significant morbidity in the econom-
ically active young adult population [1]. Infectious processes
play an important role in the pathogenesis of uveitis; specifically,
herpesviruses and Toxoplasma gondii are common causative
agents in immunocompetent as well as in immunocompromised
patients [2]. The recognition of an infectious etiology of uveitis
is pivotal in choosing the right management. While immuno-
suppressive medication is essential for the majority of patients
with non-infectious uveitis, this treatment modality may induce
a fulminant course of infection without specific antimicrobial
treatment [3].
A 28-year-old HIV-negative female patient, who presented
with left eye intraocular inflammatory disease (neuroretinitis
type) is described. Five days before the referral, she had fever
and, on the day of admission, a sudden decrease of visual activity
of her left eye. Ophthalmological examination revealed visual
acuity of 10/10 in the right eye and 6/10 in the left eye, and
papillitis with macular edema and retinal vasculitis in both eyes.
On general examination, no abnormalities were noticed; spe-
cifically, no signs of systemic vasculitis or systemic cat scratch
disease (CSD) were present. The results of laboratory evalua-
tions for erythrocyte and leukocyte counts and renal and liver
function tests were within the normal limits.
The patient’s erythrocyte sedimentation rate was 86 mm/h.
There was no serological evidence of infection with herpes
simplex virus (HSV), varicella-zoster virus (VZV), adenovirus,
cytomegalovirus (CMV), Epstein–Barr virus (EBV), Borrelia
burgdorferi, T. gondii, Coxiella burneti, Brucella spp., Francisella
tularensis or syphilis. Tuberculin skin test was negative. Ophthal-
moscopic analysis showed signs of optic disc edema, with
swelling of the disk in the left eye. Visually evoked potential
(VEP) revealed a normal VEP amplitude and a prolongation of
the P2 latency. Standard electroretinogram (ERG), macular
ERG and cone responses were normal. Fluoro-angiography
confirmed a diagnosis of left eye papillitis: a leakage from the
optic disk.
The indirect fluorescence assay (IFA), with B. henselae as the
antigen [4], revealed an IgG titer of 1 : 512 and an IgM titer of
1 : 32 in the serum samples. In our laboratory, the cut-off values
for positive serology are 1 : 64 for IgG and 1 : 32 for IgM [4].
A diagnosis of ocular bartonellosis was made, and the patient
was treated with azithromycin at 600 mg/day and rifampin at
600 mg/day for 8 weeks. After 4 weeks, IgG titer and IgM titer
were 1 : 1024 and 1 : 256, respectively. Upon post-treatment
ophthalmic examination, the intraocular inflammation appear-
ed to have subsided. At the same time, IFA IgG titer was 1 : 1024
and IgM titer negative (Table 1).
Domestic cats are a major reservoir for B. henselae. Studies
suggested that not only fleas but also the human body louse, the
sand fly and ticks are possible vectors in the transmission of
Bartonella species [5]. Our patient owned several cats and
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presented with cat scratches on her neck, as a consequence of
which she suffered from ocular bartonellosis without the typical
systemic symptoms of CSD. In immunocompetent patients,
ocular disease usually develops after systemic involvement has
subsided, suggesting that ocular involvement represents a late
complication of the disease [6,7]. However, sometimes the
acute phase cannot be recognized and Bartonella DNA has been
demonstrated in the ocular fluids as long as 1 year after the start
of the symptoms. Ocular bartonellosis is mainly associated with
B. henselae infections. This association is predominantly based
on serological grounds [6,8]. The characteristic evolution of
IgG and IgM serology against B. henselae in the serum of this
patient supports the hypothesis of acute infection with ocular
localization.
Previous studies based on serology were performed mainly by
IFA, and no specific IgM titers were determined for these
patients [6,9]. In this case, the diagnosis of B. henselae ocular
infection was based on the demonstration of the presence of
IgM.
Therapy with rifampin and azithromycin was effective.
Prospective clinical studies evaluating this antibiotic association
in B. henselae infection are warranted.
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During a 4-month period we prospectively investigated the frequency of polyclonal catheter infections with Staphylococcus
epidermidis. Of each catheter with pure growth of S. epidermidis, six colonies were genotypically analyzed with
pulsed-field gel electrophoresis. Two out of 12 patients with catheter infection had a polyclonal infection. Both clones
of each catheter had a clearly different antibiotic susceptibility. This study shows that polyclonal catheter infections are
not exceptional. Further studies are needed to define the clinical consequences of polyclonal catheter infection.
Table 1 Serological and clinical evolution of the patient described
Time IgG IgM Manifestation Therapy
0 1:512 1:32 Left eye retinitis Azithromycin plus rifampin
4weeks 1:1024 1:256 Left eye retinitis Azithromycin plus rifampin
8weeks 1:1024 Negative Resolved Stop
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